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valescence from any disease in which there has been
great impairment of nutrition, suchas typhoid fever,
ete.

Second :— Hypertrophous cardiac dilatation.—
In this form there is increase of the heart-cavities,
accompanied by a slight increase of the thickness of
the beart walls ; but the contractile power of the
heart is diminished. This condition may occur as
the result of a degeneration of eccentric hypertrophy,
or it may occur independent of any hypertrophy, of
the cardiae walls.

Third :—Atrophic cardiac dilatation.~—In this
form the capacity of the heart cavities is markedly
inereased, and the cardiac walls are markedly thinner
than pormal.  Sometimes the ventricular walls
diminish to not more than two or three lines in thick-
ness, and the auricular walls may become so thinned

. that they will present the appearance of a simple
membrane,  Under these circumsiances the con-
tractile power of the heart is almost lost, Anato-
mically as well as elinically the significance of eardiac
dilatation is in proportion to the excessof the capacity
of the cavities over the thickness of the cardiac walls.
A cardiac cavity may be very much increased in
capacity, butso long 2s there is a corresponding
increase in the muscular power of its walls sufficient
to meet the demand of the increased work they are
called upon to perform, there will be little or no dis-
turbance to the general circulation. Eccentric hy-
pertrophy and hypertrophous dilatation approuch
each other very closely, and it is often very difficult
to draw the line of separation between them.

HMorbid Anatomy.~~One or all of the heart cavities
may be the seat of dilatation. Theshape of a heart
when it has undergone dilatation is changed accord-
ing to the cavity which is the seat of the dilatation.
If'the dilatation is confined to the right ventricle,
‘the heart will be increased in breadth; while if the
dilatation affeets mainiy or only the left ventricle,
the heart will be increased in length. Ordinarily
_when one cavity is dilated the remaining cavities are
more or less affected in the same manner.

Cardiac dilatation oceurs most frequently in the
auricles ; next in the right ventricle ; and last of all
in the left ventricle. While the left ventricle is less
liahle than the right to become the seat of dilatation
it is more linble to become the seat of hypertrophy.
When all the cavities are dilated, the entire organ is

_increased in size, and assumes rather an ovoid shape.
When the ventricles are excessively dilated, the tra-
beculee are sometimes reduced to the condition of
fleshy tendinous cords. YWhen the walls of the left ven-
tricle are very much thinned, they collapse when the

- ventricle is opened. The anatomical chanzes which
take place in the muscular tissue of the dilated cardiac

-walls vary with the.degenerative process which pre-

" cedes ard attends the dilatation. When it results

_ from pericarditis or myocarditis, there is serous in-
filtration and granular degeneration of the muscular

~fibres.  When it is the result of fatty metamorphosis

_the muscular fibres undergo fatty degeneration, the
_process of which will be described under the head of

atty heart. J

. In hypertrophous dilatation, it is often impossible,

even by microscopic examination to determine the ex-
act changes which the muscular fibres undergo ; the
abnormal state of the muscular fibres can only be'de-
termined by the other evidences of feeble heart power.
You must be careful not to mistake a heart distended
with blood and relaxed by putrefaction for a dilated
heart. The distinctive marks of a heart softened by
the putrefactive process are its extreme softness,
its saturation with the coloring matter of the blood,
and the evidences of decomposition in other parts of
the body. Closely connected with the morbid anatomy
of cardizc dilatation, is its causation. - :
Etiology. The causes of cardiac dilatation vary
very widely. One class of causes may be included
under the head of the immediate changes which take
place in the muscular tissue of the walls of & heart
that has undergone dilatation. I have already al-
luded to these. First, we have the changesin the
muscular tissues which accompanies pericarditis and
endocarditis ; second, fatty degeneration of the mus-
cular fibres ; third, a cardiac dilatation-which occurs
with certain forms of protracted disease, such as
typhoid fever, where the most careful microseopical
examination will fail to detect any uniform change
in the uruscular fibre, except, perhaps a general atrophy
of all the tissues. Oncorall these tissue changes may
be regarded as causes of cardiac dilatation ; again all.
the causes of cardiac hypertrophy may become the
causes of dilatation in a heart which has a fechle re-
sistant power. This group of causes may be clagsed
under three heads :—First : internal pressure during
a cardiuc diastole. The wall of a heart may be-
come weakened by the changes which oceur in certain
prolonged diseases, or it may become the seat of se-
rous infiltration or fatty degeneration ; then an abnor-
mal pressure within its cavities during its dinstole
will cause the cardiac walls to yiekl bevond their .
normal limits.  Such distension is certain to he fol-
lowed by permanent dilatution of its cavities. Most
of the valvular lesions which have recently oceupied
our attention may be the direct cause of such internal
pressure during the cardiac diastole, after the manner
I have alveady described in ‘connection with the
etiology of cardiac hypertrophy. Generally (as I
have endeavoured to show you), when the cardiac
cavities become distended beyond 'their normal
limit,aud thus remporarily lose their contractile power,
rapid hypertrophy of the cardiac walls is developed,
which compensates, and to a cortain exrent overcomes
the dilatation. But if the cardiac walls are enfeebled:
by any of the degenerative changes to which I have
referred, such compensating hypertrophy does not take
place, and any valvular lesion which will permit a
double current of blood- to fluw into a cardiac cavity
during its diastole, the heart walls having become
enfeebled by degenerative changes, will give rise to
cardiac dilatation. Second : when the muscular
tissue of the heart is the seat of primary faity
degeneration, after a time dilatation of the cavities
takes place, the normal blood pressure being sufficient
to procuce it. In the same manner will a heart be-
come dilated when its walls are the seat of myocar-
ditis. That form of cardiac dilatation which follows,
typhus and typhoid fever or chlorosis, usually disap-



